INTRODUCTION
The precise pathological sequelae following traumatic brain injury remains largely uncharacterized. However, prominent vascular disruption and alterations of blood-brain barrier function have frequently been reported during the acute phase of trauma in both clinical and experimental brain injury/12-14,47,50,62/. It is known that early vascular and metabolic damage resulting from trauma are often associated with secondary or delayed pathological events including neuronal loss, lymphocytic infiltration, glial proliferation, and scar formation /1,4,20,30,47/. Figure 1A,B) . AchE-positive fibers were numerous and traversed the transplant/host interface in animals receiving transplants two days post injury ( Figure  2A,2a) . As a group, transplants injected two days post injury appeared well integrated with host tissue. They also showed little glial scarring or reactive astrocytosis when examined with GFAP immunocytochemistry (Fig. 2B,2b ).
Transplants injected one or two weeks post injury also exhibited greater neuronal cell density than surrounding host cortex (Figure 1C,D 
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